with PWS aimed to narrow down the critical region to find the causative gene.
The deletion results in a loss of expression of the SNORD116 cluster in the patient. The snoRNAs in the adjacent SNORD115 cluster, and the neighbouring genes UBE3A, MAGEL and NECDIN are expressed. Knockout mouse models of Snord116 show features of PWS, thus supporting a role of SNORD116 in the aetiology of PWS. However, nothing is known about the physiological role of the SNORD116 snoRNA cluster and how their lack of expression could cause the multiple symptoms of PWS.
SnoRNAs are small non-coding RNAs that are found in the nucleolus,which guide modification of ribosomal RNA via sequence homology to the rRNA target. However, the SNORD116 snoRNAs do not show any sequence homology to any known rRNA or mRNA target. They are so-called 'orphan' snoRNAs. To date, it is unknown with which proteins or other RNAs SNORD116 interacts.
To identity binding partners of SNORD116, we performed a StreptoTag binding assay. 
